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Background:  Uneven wall motion abnormalities characterized by the presence of dyskinetic or akinetic segments coexistent with 
normokinetic segments have been frequently observed in cardiac sarcoidosis.
case:  A 65-year-old man was referred to our hospital because his acute heart failure (HF) had not improved in spite of having undergone 
optimal pharmacological therapy. Echocardiography revealed that the left ventricular (LV) wall motion consisted of severely diffuse 
hypokinesis and LV ejection fraction (EF) was 25%.
decision Making:  Our initial diagnosis on admission was acute HF associated with dilated cardiomyopathy, and the patient was treated 
with standard pharmacological therapy. Although the patient’s clinical condition continued to deteriorate, we felt that further assessment 
of acute HF due to LV dysfunction was required. Cardiac magnetic resonance imaging revealed severely diffuse LV systolic dysfunction 
with late enhancement in the endocardial portion of the LV septum and in the inferior and right ventricle, but no evidence of fatty infiltration 
or definite focal wall thinning.18F-fluorodeoxy glucose-positron emission tomography imaging showed a significantly increased patchy 
uptake by the LV septum and the lateral, and right ventricular walls, indicating the presence of an active inflammation. Histologic findings 
of endomyocardial biopsy specimens from right ventricle indicative epithelioid cell granuloma. The granulomas were non-necrotizing and 
composed of histiocytes, and lymphocytes, findings which are consistent with the presence of sarcoidosis. The final diagnosis was thus 
acute HF due to cardiac sarcoidosis. No evidence of extra-cardiac sarcoidosis was shown. The patient was treated with predonisolone 
(40mg/day), and his symptoms dramatically improved. Two months after the steroid therapy, LVEF had improved to 50%.
conclusion:  The clinical history presented here suggests acute inflammation by sarcoidosis led to acute HF with severely LV dysfunction 
mimicking dilated cardiomyopathy. It therefore seems to be important to identify this type of cardiac sarcoidosis at an early stage, when it 
can still successfully respond to steroid treatment.
